ment with cyclosporine and prednisone for 'chronic eczematous dermatitis' was begun. In April 1994 he was floridly cushingoid and taking olsalazine sodium. Previous withdrawal of 5-ASA had been associated with worsening of the dermatitis but because his skin condition could have been related to 5-ASA sensitivity, olsalazine sodium was stopped and he was tapered off corticosteroids. The dermatitis gradually improved but rectal bleeding and diarrhea worsened, with a fall in hemoglobin. Sigmoidoscopy showed a normal distal colon. At approximately 20 cm, edema, erythema and ulceration were evident in the narrowed diverticular segment which would not allow passage of a gastroscope. Stool microscopy was negative for ova and parasites. Segmental resection of the sigmoid colon was undertaken in September 1994, with resolution of the diarrhea and hematochezia.
Postoperatively he experienced transient lower abdominal discomfort, lassitude and weight loss, but no fevers, sweats or leukocytosis. He ceased using cyclosporine on his own initiative and experienced a diathesis that included malaise, weakness, lymphadenopathy, severe depression, thrombocytosis, anemia, eosinophilia, and elevation of alkaline phosphatase and erythrocyte sedimentation rate (ESR). Abdominal ultrasound and computed tomographic scans were negative. Over approximately three months these symptoms and laboratory abnormalities gradually normalized without specific therapy. His skin condition gradually improved. Fibreoptic sigmoidoscopy 11 weeks postoperatively revealed minor erythema around the surgical anastomosis with normal mucosa above and below. One year later he is well, without gastrointestinal symptoms and with a mild, ongoing dermatitis.
CASE 2 PRESENTATION
A 78-year-old man was evaluated in November 1994 for hematochezia -red blood was intermixed with his stool, which was otherwise normal. He complained of fatigue and a sense of rectal pressure. He had undergone sigmoidoscopy in 1987 because of constipation with thin calibre stools and weight loss. At that time diverticular disease with marked patchy erythema involving the sigmoid colon and sparing of the rectum was identified. Histopathology revealed 'nonspecific chronic inflammation' and a course of 5-ASA was given. He remained free from intestinal symptoms aside from chronic constipation and an intermittent foreign body or rectal pressure sensation. Fibreoptic sigmoidoscopy in 1982 revealed diverticular disease without any mucosal change.
He received warfarin sodium for chronic atrial fibrillation and was on long term treatment for chronic congestive heart failure, asymptomatic gallstones and osteoarthritis. Complete blood cell count, electrolytes, blood urea nitrogen, blood sugar, antinuclear antibody, thyroid-stimulating hormone and ESR were normal.
Changes identified at colonoscopy to the cecum were limited to the sigmoid colon where severe diverticular disease was identified. Within the involved area, between 20 and 40 cm from the anus, there was patchy erythema not contiguous with the diverticulae.
5-ASA was given, with initial resolution of bleeding and marked worsening of constipation. A few weeks later hematochezia recurred despite ongoing therapy with 800 mg 5-ASA qid. Sigmoidoscopy revealed colitis limited to a segment of less than 10 cm in the sigmoid colon.
PATHOLOGY OF CASE 2 Gross description:
The external aspect of the resected colon was unremarkable. From the mucosal aspect an 11.0 to 12.0 cm segment revealed patches of loosely adherent yellowish exudate 0.1 to 0.3 cm in diameter. In addition, the middle segment (9.0 cm) showed mucosal congestion. The remaining mucosa appeared normal. Diverticular openings scattered throughout, including in the noninflamed mucosa, were noted (Figure 2 ). Microscopic description: Sections from the grossly abnormal areas showed a predominantly mucosal inflammatory process consisting of a moderate number of lymphocytes and plasma cells within the lamina propria with occasional eosinophils and polymorphs, and scattered cryptitis and crypt abscess formation (Figure 3) . The submucosa was widened with edema, telangiectasia and infrequent focal lymphocytic collections (Figure 4 ). In occasional areas there was somewhat more diffuse band-like chronic inflammatory reaction along the muscularis mucosa. The muscularis propria revealed only occasional inflammatory cells, and in the subserosal fat there were some areas of fibrosis and nodular lymphocytic inflammation. Ulcerations were mainly nondescript with acute inflammatory to granulation tissue bases, frequently with re-epithelialization and occasionally showing an 'undermining' architecture ( Figure 5 ). No section revealed evidence of 'fissuring' ulceration or granulomata. Sections from the grossly normal area demonstrated normal histology without evidence of inflammation or crypt architectural distortion. The diverticulae were all associated with chronic inflammation, focal cryptitis and crypt abscess formation ( Figure 6 ). Ulceration was present in one section. A diverticulum from the grossly normal segment also showed inflammatory change and one crypt abscess was present. There was no evidence of vasculitis. The vessels demon- strated only focal subintimal fibrosis and no significant narrowing.
The patient's previous sigmoid biopsies were reviewed. All showed a relatively uniform histology consisting of a mild to moderate chronic inflammatory reaction consisting of lymphocytes and plasma cells with occasional eosinophils and focal acute cryptitis. No crypt abscesses or ulcerations were identified. Histopathology in the second patient was similar to that seen in the resected segment and superficial biopsies of the first patient.
DISCUSSION
We believe that these cases are representative of an idiopathic colitis syndrome associated with diverticular disease that has been identified in a few published case reports with limited pathological descriptions. Our first case had a particularly severe form of this syndrome that was responsive to corticosteroid and cyclosporine given for a progressively worsening skin condition (we believe 5-ASA sensitivity was a major contributing factor). Because of major side effects from all effective medicines, surgical resection was undertaken, with apparent cure of the colitis. The parasites transiently identified early in his course are generally considered to be nonpathogenic, aside from B hominis, which appears to be of low pathogenicity, causing a mild diarrheal illness in some individuals (6) (7) (8) (9) . Although one report suggests that it was responsible for a case of colitis (10) , another study failed to identify any pathogenicity in patients with inflammatory bowel disease (11) . Because the colitis persisted in our patient following eradication of B hominis, it appears that its presence was coincidental, although some form of triggering may have occurred.
The absence of granulomas and the superficial character of the inflammation weigh against the diagnosis of Crohn's disease, although they do not exclude it. The absence of changes in the vasculature argue against a vascular basis. An intermittent low-flow state may be considered as a cause although the dramatic symptomatic and sigmoidoscopic responses to 5-ASA treatment would be surprising if such a process were responsible.
Individuals with this idiopathic colitis syndrome present with a combination of symptoms, including diarrhea, hematochezia and the passage of mucous. They are of advanced age; the youngest reported patient was 60 years old. The disease occurs in segments of sigmoid colon involved with diverticulosis, is patchy (early on, at least) and does not appear to originate within the diverticulae. The course varies in severity, may be chronically recurrent and appears to be responsive to medications used to treat idiopathic inflammatory bowel disease. The distal colon is spared. Histopathologically, the appearance is more similar to idiopathic ulcerative colitis than to granulomatous colitis.
It is unclear whether this syndrome is distinct from 'traditional' idiopathic inflammatory bowel disease or whether the presence of diverticulae in an older population somehow modifies the pathophysiology seen in younger patients with idiopathic colitis. Further study of this syndrome may shed light on the pathogenesis of inflammatory bowel disease.
